heart disease in that the lesion is of relatively short duration, the heart is relatively small, and the myocardium relatively healthy. A number of cases have been successfully treated surgically (Selzer etal. 1965) . Summary Insertion of a mitral valve prosthesis is described in a patient who had been in intractable pulionary cedema for three-and-a-half months after a myocardial infarct involving the posterior papillary muscle causing acute mitral incompetence. We believe this to be the first case of successful surgical treatment of acute mitral incompetence within fifteen weeks of the occurrence of an acute cardiac infarct (Fluck et al. 1966) . II, 192 Mr W P Cleland (Brompton Hospital, London) said that prior to operation it had been imperative to decide whether this man's symptoms had been due to the mechanical effects of acute mitral incompetence or to the more sinister effects of muscle damage or perforation of the ventricular septum. The left ventricular angiogram had cleared these problems up beyond all doubt. Mr Cleland emphasized that all but the final preparations for operation had been mounted before the angiogram had been performed and that the patient had had a tracheostomy and artificial respiration for twenty-four hours before the angiogram. It was Mr Cleland's practice, when faced with a leaking mitral valve, to see whether it was possible to repair or patch up the existing valve to make it work satisfactorily. Only when this seemed impossible or impracticable did he resort to replacement with a mechanical prosthesis. In this particular instance, so much of each cusp had lost its moorings that repair seemed out of the question. There had been no alternative therefore, but to excise the valve and replace it with a Hammersmith Portex mitral prosthesis.
[Slides were shown to illustrate the technique of insertion.] Dr P G F Nixon (Charing Cross Hospital, London) said that most of the papers on mitral incompetence resulting from cardiac infarction had described a late systolic crescendo murmur, but Dr Mounsey's case, illustrated in the slides, and his own cases had pansystolic murmurs indistinguishable from chronic rheumatic mitral incompetence. In his small experience the recording of the apical impulse had been helpful in distinguishing between the two varieties of mitral incompetence, for it had shown a large rapid filling wave in rheumatic mitral disease, and a large 'a' wave in cardiac infarction. He would be grateful for Dr Mounsey's views on these comments. Dr Mounsey, in reply, said that although the original description of the murmur heard in patients with mitral incompetence from papillary muscle dysfunction was of a late systolic crescendo murmur, further experience was showing that many different types of systolic murmur occurred in this syndrome. The timing and nature of the murmur probably depended on the exact nature of the lesion of the papillary muscle involved. Although, therefore, a late systolic crescendo murmur at the apex strongly suggested this diagnosis, a different timing of the murmur did not exclude it. An atrial sound or a third sound or both were often met afterg acute myocardial infarction, without complicating mitral incompetence. It seemed difficult, therefore, to use these sounds as evidence of the nature of mitral incompetence, whether of unrelated rheumatic origin or due to papillary muscle dysfunction. Dr Mounsey thought that the most reliable indication that the incompetence was due to papillary muscle infarction was the appearance de novo of an apical systolic murmur after acute myocardial infarction.
C(eliac Axis Stenosis R A L Sutton BM MRCP (for Professor M L Rosenheim CBE PRCP) (University College Hospital, London)
Mrs S S, aged 42 History: The patient was first discovered to have hypertension at age 32 when five months pregnant. Mild hypertension persisted after delivery, and an epigastric murmur, thought to indicate renal artery stenosis, was first heard at age 36. At this time an intravenous pyelogram was normal. The blood pressure rose to 180/120 mmHg, and she was therefore referred for further investigation. Her only symptoms were occasional headaches and palpitations. The only known family history of hypertension was that of toxaemia of pregnancy in two sisters.
On examination: The only abnormal sign apart from the raised blood pressure was a systolic murmur maximal just to the left of the mid-line above the umbilicus.
Investigations: Normal urine, blood urea, chest X-ray, electrocardiogram and IVP. An aortogram (Dr David Edwards) showed normal renal arteries and nephrograms. The coeliac axis failed to fill direct from the aorta. A large anastomotic vessel arose from the superior mesenteric artery and, after a tortuous course, ended as the gastroduodenal artery, filling retrogradely, and supplying the other branches of the coeliac axis 2) . In view of this surprising finding, a lateral aortogram was performed to show the origin of the coeliac axis, and this showed a small orifice with a tight stenosis about 1 cm from its origin (Fig 3) .
No cause was therefore found for the hypertension. The murmur was presumed to arise from the cceliac stenosis, which was asymptomatic. There had never been any abdominal pain or disturbance of bowel function.
Discussion
The usefulness of abdominal murmurs as a clue to the diagnosis ofintestinal as well as renal ischemia has been recognized for many years. The cceliac, superior mesenteric and renal arteries arise so close together that clinical separation of the murmurs arising from each is not possible.
The intestinal angina syndrome usually occurs only if more than one of the three major splanch- (Fry & Kraft 1963) . This is possible because of the generous anastomoses which form between the superior and inferior mesenteric arteries, via the marginal artery of the colon, and between the cceliac and superior mesenteric arteries, especially via the pancreaticoduodenal arcades. This is, however, a region in which arterial variation is particularly frequent; the effect of such variations upon the sites of collaterals in cceliac stenosis has been described (Reuter & Olin 1965) . The inferior origin of the anastomotic vessel in our patient is seen to be separate from (distal to) the infcrior pancreaticoduodenal branch of the superior mesenteric artery, suggesting some minor pre-existing anomaly. A very similar collateral vessel is described in a patient with congenital absence of the coeliac axis (Morettin et al. 1965) . The radiological sign of duodenal filling defects produced by such tortuous collateral arteries has recently been described (Baum et al. 1965) .
With regard to the actiology of the coeliac stenosis, in a woman with otherwise healthy arteries, in whom the murmur was known to be present at age 36, a cause other than atheroma might reasonably be sought. Congenital stenosis (Reuter & Olin 1965), fibromuscular hyperplasia (Palubinskas & Ripley 1964) and compression by a cicatrice of ganglionic tissue (Harjola 1963) have each been described in the cceliac axis. A recently described variety of cceliac stenosis (Dunbar et al. 1965 , Marable et al. 1966 ) results from an unusually high origin of the artery, above the median arcuate ligament (the anterior rim of the aortic opening in the diaphragm). The artery is nipped as it descends between the aorta and the ligament. In these patients, as in the present case, the inferior phrenic arteries, which usually arise independently from the aorta, arise from the cceliac axis. The patients were mostly young women, with postprandial abdominal pain and epigastric murmurs. The aortographic picture of the coeliac stenosis, indented from the front, was identical with our case. In the majority of cases the simple surgical procedure of dividing the median arcuate ligament abolished the pain and the murmur.
It seems probable that compression by the median arcuate ligament is the cause of the coeliac stenosis in our patient. It may be that the large collateral vessel is preventing symptoms of intestinal ischmmia, as the patients previously described have differed from ours in having postprandial pain, and no obvious development of collateral pathways. A barium enema did not show a colonic lesion. However, gas was seen under the diaphragm and there was gaseous distension and fluid levels in the small bowel, with some gas between loops.
Pneumatosis Cystoides Intestinlis
It was thought he had a silent perforation and he was admitted. He appeared fit. His temperature and pulse rate were normal. There was some lower abdominal distension but no tenderness or guarding. Bowel sounds were increased and rectal examination was normal. As the diagnosis was uncertain, he underwent laparotomy. Operation (14.7.66) : The jejunum was involved by multiple diverticula for 105 cm starting 45 cm distal to the duodenojejunal flexure. This length of jejunum was dilated and had hypertrophic muscular layers. At several sites superimposed on the diverticula were areas of pneumatosis cystoides intestinalis. Gas was heard to hiss twice on handling the jejunum. The affected segment was resected. Histology: Some of the diverticula, which were of the pulsion type on the mesenteric border, had inflammatory changes through all layers. Small cyst-like cavities in the subserosa of the diverticula were found and consisted of endotheliallined spaces surrounded by chronic inflammatory cells, eosinophils and giant cells. Progress: The patient is symptom free and has gained two stones in weight.
Discussion
Gas cysts of the intestine may be subserosal, submucosal or both. One of the recognized complications of the former is rupture with production of pneumoperitoneum. If a pneumoperitoneum is found incidentally and the patient lacks the features of perforation or peritonitis, then pneumatosis should be suspected. This condition, which has been known to appear and disappear spontaneously in a few weeks, has been described in association with other gastrointestinal pathology, particularly with peptic ulceration.
The association with jejunal diverticula does not appear to have been previously recognized. Two cases of spontaneous pneumoperitoneum and jejunal diverticula are recorded. In the first (Nanson & Dragan 1956) a man was found to have a pneumoperitoneum on routine chest X-ray. Investigations failed to show a definite cause and at laparotomy six weeks later multiple large diverticula were found affecting the fourth part of the duodenum and proximal jejunum. On the summit of three adjacent diverticula there was evidence of peritoneal exudate and hypermmia suggesting possible sites of perforation. It is possible that pneumatosis had been present and had resolved, especially as an abdominal X-ray before operation had shown translucent cyst-like areas thought to be pneumatosis. In the second case (Altemeier et al. 1963) a woman who complained of abdominal pain and distension was found radiologically to have a pneumoperitoneum. At laparotomy numerous jejunal diverticula were found on the proximal jejuinum. No free perforation or peritonitis was found but
